CHOLESTEROL
IS THE MAIN COM-PONENT of human gallstones. It is held in solution in bile by mixed micelles of lecithin and bile salts [l] . Presence of both lecithin and bile salts are ersential for the solubilization of cholesterol in bile [2] . Normal human gallbladder bile is almost saturated with cholesterol [3] . Therefore, a small change in lecithin concentration might disturb the micellar solubility of cholesterol. Bacterial degradation of lecithin lowers the solubility of cholesterol in bile [4] . The conversion of lecithin to lysolecithin and fatty acids may be catalyzed by the enzyme phospholipase A. This enzyme is a normal component of pancreatic secretion, and the presence of this enzyme has been demonstrated in duodenal contents of man [5] . It has also been demonstrated in vitro that if the fatty acids liberated by the action of phospholipase A are removed from the micellar mixture, lysolecithin alone would not be able to hold the cholesterol in solution and hence the latter will be precipitated [6] . The absorption of fatty acids, liberated by the hydrolysis of lecithin in vitro, by the gallbladder has been demonstrated with the guinea pig gallbladder [7] . The presence of phospholipase A activity of human gallbladder bile from patients with gallstones and chronic cholecystitis has not been determined. 0.6184 g of boric acid was dissolved in 100 ml water and 1.502 g of glycine was added to it and dissolved. Potassium hydroxide solution was then added until the pH of 8.45 at 200 ml was reached.
The substrate contained 25 mg lecithin and 20 mg sodium deoxycholate in 4 ml glycine borate buffer. Three tubes were taken for each specimen of gallbladder bile tested. The first two tubes contained 1 ml of the enzyme source (gallbladder bile diluted 1:25 with the glycerine borate buffer) mixed with 1 ml of buffer. The third tube served as the control and contained 2 ml of buffer. All the tubes were preheated at 55°C for 30 min in a water bath and then the incubation was continued by adding 4 ml of substrate in the first and the third 
RESULTS

AND DISCUSSION
Samples of human gallbladder bile from 40 patients were cultured for aerobic and anaerobic bacteria. Samples of gallbladder bile from 30 patients had no bacterial growth. Four of these patients had acute cholecystitis and 26 chronic cholecystitis. Bacterial growth was noted in cultures of bile samples from 10 patients four of whom had acute cholecystitis and six chronic cholecystitis. None of the tubes of the samples tested showed the presence of lysolecithin in the chromatogram which proves the absence of phospholipase A in gallbladder bile of gallstone patients at the time of operation in patients with acute and chronic cholecystitis with and without bacterial growth.
Our inability to demonstrate phospholipase A in the bile of 40 consecutive patients with cholecystitis leads us to believe that it is unlikely that phospholipase A has a significant role in gallstone formation in man.
SUMMARY
Gallbladder bile of patients with gallstones having acute or chronic cholecystitis were examined for phospholipase A activity. None of the specimens tested showed any sign of this enzyme. It is unlikely that the mechanism of gallstone formation in patients with acute and chronic cholecystitis involves phospholipase A.
